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SUMMARY – Idiopathic intracranial hypertension (IIH) is a clinical disorder of unknown etiology. 
It may exhibit several non-specific imaging findings. We observed that patients with intracranial 
hypertension demonstrate intracranial venous sinus attenuation with changes in the contour and 
caliber of the distal transverse sinus. This can be seen on routine non-contrast sagittal reformat-
ted CT images of the brain. We have termed this the venous attenuation sign (VAS). This study 
evaluated the VAS as a marker for IIH assessing the transverse sinuses on sagittal reformatted 
non-contrast CT for the presence of a VAS in 25 patients with IIH and 24 control patients. Scans 
were independently assessed in a blinded fashion by three readers. The readers identified the VAS 
in 96% of patients with IIH; 83.3% of the control patients were negative for VAS. Our study sup-
ports the VAS as an additional imaging marker which may be incorporated into the evaluation of 
patients suspected to have this condition.
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Introduction

Idiopathic intracranial hypertension (IIH), 
also known as pseudotumor cerebri, is a syn-
drome characterized by increased intracranial 
pressure of unknown cause 1-5. It predominantly 
affects overweight women of childbearing age 

2,3. The yearly incidence of IIH is approximately 
1 per 100000 2. 

Patients usually present with headaches, 
nausea, vomiting, visual field disturbances 
and classically papilledema on physical exami-
nation 3,7. Diagnosis is based on the modified 
Dandy criteria, which include raised lumbar 
puncture (LP) opening pressure in the absence 
of an intracranial mass lesion or ventricular 
dilatation, normal spinal fluid composition, 
normal neurological examination except for 
papilledema and occasional VI or VII nerve 
palsies, and normal level of consciousness 6.

Proposed mechanisms of pathogenesis for 
IIH revolve around cerebrospinal fluid (CSF) 
physiology 8-12. Recently, vascular causes have 

also been proposed to contribute to the under-
lying pathology, with emphasis on arterial in-
flow and venous outflow abnormalities 13-16.

Early diagnosis and treatment are important 
because they can preserve vision. However, 
this can be difficult due to the variety of clini-
cal presentations. Additional diagnostic tools, 
such as neuroimaging, may be helpful in as-
sisting diagnosis 17-19. Traditionally, the role of 
imaging in the evaluation of IIH has been to 
exclude secondary causes of increased intrac-
ranial pressure (ICP) and papilledema 7,20. Sev-
eral radiological findings have been described 
in the literature that may aid in establishing 
the diagnosis such as: flattening of the pos-
terior aspect of the globe, increased perioptic 
nerve sheath dimensions, and the presence of 
an empty sella 19,21-28. Previous reports suggest 
that most of these findings aid in the diagnosis 
of IIH, but lack sufficient specificity 29. 

On review of the CT imaging of patients pre-
senting to our institution with IIH, we have 
identified a possible novel imaging sign for the 
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non-focal neurologic examination, and CSF 
studies revealing normal composition and lum-
bar puncture opening pressure greater than 
20 cm H2O. Patients with a history of trauma, 
congenital cranial malformation, subarachnoid 
hemorrhage, intracranial surgery unrelated 
to IIH, and those with secondary causes of in-
creased ICP on imaging, such as hydrocepha-
lus, intracranial mass, cerebral venous throm-
bosis or chronic meningitis, were excluded.

The study population consisted of 25 patients 
with IIH (22 women and 3 men) with an aver-
age age of 33.2 years (range: 10-81 years). 

Control subjects

An age and sex matched control group was 
selected from our PACS station. They were 
headache patients with normal lumbar punc-
ture opening pressure and normal fluid com-
position and with normal non-contrast CT im-
aging. Control patients were on average 31.3 
years (range: 18-60 years). The CSF opening 
pressure ranged from 7-20 cm H2O. 

Imaging, processing and review

CT imaging

Non-contrast CT imaging was obtained in all 
patients (IIH group and control group) using 
multislice CT scanners. Our examinations were 
performed using PHILIPS BRILLIANCE 64 and 

diagnosis of IIH. The sign, referred to in this 
paper as the venous attenuation sign (VAS) can 
be evaluated on routine non-enhanced refor-
matted sagittal CT images of the brain, where 
the sinus is identified by its normal relative 
hyperdensity to adjacent brain parenchyma. 
This is best seen at the level of the lateral as-
pect of at least one transverse sinus (TS) (the 
dominant sinus) (Figures 1 and 2). 

The objectives of this study were: a) to evalu-
ate VAS as a marker for IIH and b) to analyze 
the frequency of traditionally reported radio-
logical manifestations of IIH (i.e. empty sella, 
optic nerve (ON) sheath distension, ON verti-
cal tortuosity, posterior globe flattening and in-
traocular protrusion of ON head) in our patient 
population.

Materials and Methods

This study was approved by the institutional 
review board.
Patients with IIH

We reviewed the clinical and imaging re-
cords of sequential patients who underwent LP 
for evaluation of IIH at our institution (over a 
ten-month period) and had a non-contrast CT 
within three months of LP.

The reason provided for the examinations 
was headache. The diagnosis of IIH was es-
tablished by clinical signs of papilledema with 

A B

Figure 1  Non-contrast CT scan sagittal reformatted images at the level of distal transverse sinus. A) A positive VAS is demon-
strated in a patient known to have IIH proved by lumbar puncture. Note the sinus is thin with straight upper and lower borders 
(red arrow). B) Normal sinus appearance in a control patient with normal CSF pressure on lumbar puncture. The sinus has an 
appreciable luminal diameter with concave borders (red arrow).
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trols. The readers were blinded to all patient 
information. Each reader independently re-
viewed the 49 sets of images. The results of the 
three readers were grouped for each patient 
and a consensus response was derived based 
on the majority opinion (two of three). 

MRI imaging

Twenty-two patients with IIH had MRI ex-
amination of the brain within days to weeks 
after the non-contrast CT. The MRI examina-
tions were performed on a superconducting 1.5 
T unit with a head coil. Our examinations were 
done using a 1.5T GE Signa scanner. The for-
eign MRI examinations were transferred to our 
PACS station. All subjects were scanned using 
a standard protocol for headaches with a sec-
tion thickness 4.0 mm and a gap of 30%, in-
cluding axial T1, T2WI, axial FLAIR, diffusion-
weighted, and sagittal T1 sequences.

Post-contrast images were obtained in 14 
cases in the axial, sagittal, and coronal planes. 
Each set of CT and MRI scans were assessed 
by two neuroradiologists for the presence of: 
1) flattening of the posterior sclera relative to 
the curvature of the globe, 2) distension of the 
perioptic subarachnoid space, 3) intraocular 
protrusion of the prelaminar ON into the vit-
reous cavities, 4) tortuosity of the orbital ON, 
and 5) empty sella.

Partially empty sella was considered pre-
sent when the majority of the sella turcica was 
filled with CSF with the presence of a thinned 

16 slice CT scanners. Images were transferred 
to a PACS viewing workstation (GE Advantage 
windows 4.2) where they were reformatted in 
the sagittal plane. Image scan parameters 
were: 16 slice scanner: standard resolution, 120 
kVp, 440 mAs, 0.5 second rotation time, 16 × 
0.75 mm collimation, 0.563 pitch, filter: UB, 3 
mm slice thickness, 3 mm increments, window: 
35/70, 14 second scan time, 67 mGy CTDIvol; 64 
slice scanner: standard resolution, 120 kVp, 550 
mAs, 1.5 second rotation time, 16 × 0.625 mm 
collimation, 0.563 pitch, filter: UB, 3 mm slice 
thickness, 3 mm increments, window: 35/70, 4.8 
second scan time, 28.3 mGy CTDIvol. Contrast 
CT study was performed in two patients where 
the VAS was also demonstrated (Figure 2B).

The studies were interpreted by three neu-
roradiologists (RM, AD and OM). Each reader 
was independently trained for several minutes 
on the use of the VAS using examples of control 
and confirmed IIH in cases other than the study 
population. To standardize the interpretation, 
the larger (dominant) of the two transverse si-
nuses was used. The VAS was deemed positive 
if the dominant sinus appeared thin and thread-
like with straight borders. It was deemed nega-
tive if appreciable sinus lumen was identified 
on the dominant side showing concave borders.

The readers were asked to tabulate whether 
the VAS was present or absent for each image 
set. The readers were given 49 randomly or-
dered studies. They were unaware of the num-
ber of patients with IIHs versus normal con-

A B

Figure 2  Images of patient with IHH. A) Non-contrast CT sagittal reformatted image showing positive VAS. B) This is proved on 
the post-contrast CT study (red arrows).
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Discussion

Our study describes a new sign, the venous 
attenuation sign (VAS), which can be helpful in 
the diagnosis of IIH. If this sign is present, sus-
picion can be raised and lumbar puncture could 
be performed. We found that the VAS has a 
high sensitivity (96%) and specificity (83.3%) 
for detection of IIH with a high positive predic-
tive value (85.7%). To our knowledge, VAS in 
IIH has not been described in the literature.

As shown in the present study, VAS can be 
applied to the non-enhanced CT scan to provide 
insight into the status of intracranial pressure 
early in the diagnostic workup. 

There are a few CT signs like empty sella 
sign which are suggestive of IIH. In our study, 
68% of the IIH group had complete or partially 
empty sella. The incidence of empty sella in 
cases of IIH varies widely (10-94%), probably 
related to discrepancies in definition 26. Al-
though empty sella is associated with IIH, it is 
also present in 5-6% of normal individuals 26,45. 
Therefore, it should probably be considered a 
normal variant in the vast majority of asymp-
tomatic patients. The ON and globe findings 
are significant in that they probably better 
predict papilledema 46. In a review of the MRI 
findings of 30 patients, Agid et al. 47 found that 
four of the traditional imaging findings were 
significantly associated with IIH (empty sella, 
posterior globe flattening, ON sheath disten-
tion, ON tortuosity). However, they concluded 
that only posterior globe flattening had a high 
enough specificity to be of clinical use. Lim et 
al. studied similar MRI findings in 23 children, 
finding that a combination of three or more 
findings of globe flattening, empty sella, pro-
trusion of the ON head, and tortuosity of the 
ON would increase specificity to 95% for the 
diagnosis of IIH 48. However, the combination 
of three or more of these findings was only pre-
sent in 60 % of our IIH group.

Bilateral narrowing of the transverse sinus 
(TS) without associated thrombosis is a com-
mon finding among patients with IIH 31-35. One 
theory is that the stenosis causes IIH. An-
giographic catheters passed into the intracra-
nial venous sinuses through the jugular veins 
measured elevated intrasinus pressures in 
many IIH patients 36,40. Sometimes these high 
pressures appeared to be secondary to cen-
tral venous hypertension, but more often they 
seemed to be the result of stenotic lesions in 
the lateral sinuses obstructing cerebral venous 
outflow. Further credence is lent to this idea 

pituitary gland at the base of the sella. A com-
pletely empty sella was diagnosed if the pitui-
tary fossa was completely filled by CSF with no 
visible pituitary gland.

Results

Performance of the VAS as a test

VAS sensitivity was 96% (80-99%), 95% CI. 
The three readers correctly identified the IIHs 
with a VAS in 24 of 25 subjects (unanimously 
in 17 subjects and by majority [two of three] 
in seven subjects). One subject was only cor-
rectly identified by one of the three readers. 
Specificity of the sign was 83% (64-93 %), 95% 
CI. The three readers correctly identified the 
control patients with a negative VAS in 20 of 
24 subjects (unanimously in 14 subjects and by 
majority in six subjects). Four control patients 
were interpreted to have a positive VAS by ma-
jority [two of three readers]. The positive pre-
dictive value was 86% (68-94%), 95% CI. The 
negative predictive value was 95% (77-99%), 
95% CI. The positive likelihood ratio was 5.7 
(2.3-14), 95% CI, while the negative likelihood 
ratio was 0.05 (0.007-0.3), 95% CI. The accu-
racy of the VAS was 0.9. 

Cross sectional MRI/ CT findings in IIH

Previously reported IIH imaging findings 
were assessed for the 25 IIH patients; findings 
are summarized in Table 1. Empty sella was 
found in 17 subjects (68%) [seven empty sella + 
ten partially empty sella]. 

Table 1  Presence of previously reported 47 imaging signs of 
IIH in among patients diagnosed with IIH.

Sign No of cases 

Venous attenuation sign 24/25(96%)

Empty/partially empty sella 17 (68%)

Flat posterior sclera 16 (64%)

Dilated optic nerve sheath 16 (64%)

Tortuous optic nerves 6 (24%)

Intraocular protrusion
of optic nerve head 

4(16%)

Combination of 4 signs 5 (20%)

Combination of 3 signs 10(40%)

Combination of two signs 2 (8%)

Only one sign (empty sella) 1 (4%)
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narrowing of the distal transverse sinuses was 
strongly associated with IIH. It was also shown 
that application of a simple grading scheme 
for the degree of sinus narrowing provided a 
highly sensitive (93%) and specific (93%) test 
for identifying patients with IIH 41. Higgins et 
al. concluded that MRV in patients with IIH 
commonly presents a pattern of bilateral lat-
eral sinus defects rarely seen in asymptomatic 
controls 30.

Our study has several limitations. It is ret-
rospective and has relatively few patients. A 
correlation with venographic studies is lack-
ing. Future studies can address these issues.  
Additionally, because this is the first time this 
sign is described it is uncertain what predictive 
power it would have in general use. Finally, 
the authors’ training set was relatively small, 
and it is possible that accuracy would rise if 
VAS were assessed routinely.

In conclusion, the venous attenuation CT sign 
could be used to suggest IIH and prompt fur-
ther work-up in the appropriate clinical setting.

by the fact that stent angioplasty can help con-
trol intracranial hypertension (IH) in some pa-
tients 33,34,42-44.

However, lowering the intracranial pressure 
can result in normalization of venous morphol-
ogy, suggesting TS stenosis might be induced 
by IH itself (secondary cranial venous outflow 
obstruction (CVOO)) 36,37. This has led one group 
to propose intracranial venous hypertension 
as the final common pathway in the etiology 
of IIH 36. Riedel et al. have shown that CVOO 
is not a specific feature of patients with IIH 
but a universal phenomenon in most patients 
with IH irrespective of the underlying cause. A 
widespread involvement of the venous sinuses 
was associated with very high CSF pressure. 
They hypothesized that IH compresses the du-
ral sleeve of the venous sinuses 38. Regardless 
of cause or effect, patients with IIH are likely 
to have raised venous pressures and stenotic 
lesions in their lateral venous sinuses. A study 
using a technique of contrast-enhanced mag-
netic resonance venography (MRV) found that 

References

 1 Sørensen PS, Krogsaa B, Gjerris F. Clinical course and 
prognosis of pseudotumorcerebri: a prospective study 
of 24 patients. Acta Neurol Scand. 1988; 77: 164-177. 
doi: 10.1111/j.1600-0404.1988.tb05888.x.

 2 Durcan FJ, Corbett JJ, Wall M. The incidence of pseu-
dotumor cerebri. Population studies in Iowa and Loui-
siana. Arch Neurol. 1988; 45: 875-877. doi: 10.1001/
archneur.1988.00520320065016.

 3 Wall M, George D. Idiopathic intracranial hyperten-
sion: a prospective study of 50 patients. Brain. 1990; 
114: 155-180.

 4 Giuseffi V, Wall M, Siegel P, et al. Symptoms and 
disease associations in idiopathic intracranial hyper-
tension (pseudotumor cerebri): a case-control study. 
Neurology. 1991; 41: 239-244. doi: 10.1212/WNL.41.2_
Part_1.239.

 5 Corbett JJ, Savino PJ, Thompson HS, et al. Visual loss 
in pseudotumor cerebri: follow-up of 57 patients from 
five to 41 years and a profile of 14 patients with perma-
nent severe visual loss. Arch Neurol. 1982; 39: 461-474. 
doi: 10.1001/archneur.1982.00510200003001.

 6 Wall M. Idiopathic intracranial hypertension. Neurol 
Clin. 1991; 9 (1): 73-95.

 7 Friedman DI, Jacobson DM. Diagnostic criteria for idi-
opathic intracranial hypertension. Neurology. 2002; 59: 
1492-1495. doi: 10.1212/01.WNL.0000029570.69134.1B.

 8 Digre KB, Corbett JJ. Idiopathic intracranial hyperten-
sion (pseudotumor cerebri): a reappraisal. Neurologist. 
2001; 7: 2-67. doi: 10.1097/00127893-200101000-00002.

 9 King JO, Mitchell PJ, Thomson KR, et al. Manometry 
combined with cervical puncture in idiopathic intrac-
ranial hypertension. Neurology. 2002; 58: 26-30. doi: 
10.1212/WNL.58.1.26.

 10 Corbett JJ, Digre KD. Idiopathic intracranial hyper-
tension. An answer to “the chicken or the egg?” Neu-
rology. 2002; 58: 5-6. doi: 10.1212/WNL.58.1.5.

 11 Radhakrishnan K, Ahlskog JE, Garrity JA, et al. Idi-
opathic intracranial hypertension. Mayo Clin Proc. 
1994; 69: 169-180. doi: 10.1016/S0025-6196(12)61045-3.

 12 Zada G, Tirosh A, Kaiser UB, et al. Cushing’s disease 
and idiopathic intracranial hypertension: case report 
and review of underlying pathophysiological mecha-
nisms. J Clin Endocrinol Metab. 2010; 95: 4850-4854. 
doi: 10.1210/jc.2010-0896.

 13 Lee AG, Brazis PW. Magnetic resonance venography in 
idiopathic pseudotumor cerebri. J Neuro-ophthalmol. 
2000; 20: 12-13. doi: 10.1097/00041327-200020010-
00004.

 14 Leker RR. Steiner I. Features of dural sinus thrombosis 
simulating pseudotumor cerebri. Eur J Neurol. 1999; 
6: 601-604. doi: 10.1046/j.1468-1331.1999.650601.x.

 15 Bateman GA. Arterial inflow and venous outflow in idi-
opathic intracranial hypertension associated with ve-
nous outflow stenoses. J Clin Neurosci. 2008; 15: 402-
408. doi: 10.1016/j.jocn.2007.03.018.

 16 Zheng H, Zhou M, Zhao B, et al. Pseudotumor cerebri 
syndrome and giant arachnoid granulation: treatment 
with venous sinus stenting. J Vasc Interv Radiol. 2010; 
21: 927-929. doi: 10.1016/j.jvir.2010.02.018.

 17 Moser FG, Hilal SK, Abrams G, et al. MR imaging of 
pseudotumor cerebri. Am J Roentgenol. 1998; 150 (4): 
903-909. doi: 10.2214/ajr.150.4.903.

 18 George AE. Idiopathic intracranial hypertension: patho-
genesis and the role of MR imaging. Radiology. 1989; 
170 (1): 21-22. doi: 10.1148/radiology.170.1.2909099.

 19 Gass A, Barker GJ, Riordan-Eva P, et al. MRI of optic 
nerve in benign intracranial hypertension. Neuroradiol-
ogy. 1996; 38 (8): 769-773. doi: 10.1007/s002340050344.

 20 Dandy WE. Intracranial pressure without brain tumor: 
diagnosis and treatment. Ann Surg. 1937; 106: 492-
513. doi: 10.1097/00000658-193710000-00002.

 21 Silbergleit R, Junck L, Gebarski SS, et al. Idiopathic 
intracranial hypertension (pseudotumor cerebri): MR 
imaging. Radiology. 1989; 170: 207-209. doi: 10.1148/
radiology.170.1.2909098.

 22 Weisberg LA. Computed tomography in benign intrac-
ranial hypertension. Neurology. 1985; 35: 1075-1078. 
doi: 10.1212/WNL.35.7.1075.



670

Idiopathic Intracranial Hypertension: Diagnostic Accuracy of the Transverse Dural Venous Sinus Attenuation... Yosra Abdelzaher Ibrahim

 40 King JO, Mitchell PJ, Thomson KR, et al. Cerebral 
venography and manometry in idiopathic intracranial 
hypertension. Neurology. 1995; 45: 2224-2228. doi: 
10.1212/WNL.45.12.2224.

 41 Farb RI, Vanek I, Scott J, et al. Idiopathic intracranial 
hypertension: the prevalence and morphology of sino-
venous stenosis. Neurology. 2003; 60: 1418-1424. doi: 
10.1212/01.WNL.0000066683.34093.E2.

 42 Higgins JNP, Owler BK, Cousins C, et al. Venous sinus 
stenting for refractory benign intracranial hyperten-
sion. Lancet. 2002; 359: 228-230. doi: 10.1016/S0140-
6736(02)07440-8.

  43 Owler BK, Allan R, Parker G, et al. Pseudotumour 
cerebri, CSF rhinorrhea and the role of venous sinus 
stenting in treatment. Br J Neurosurg. 2003; 17: 79-83. 
doi: 10.3109/02688690309177979.

 44 Owler BK, Parker G, Halmagyi GM, et al. Pseudotu-
mor cerebri syndrome: venous sinus obstruction and 
its treatment with stent placement. J Neurosurg. 2003; 
98: 1045-1055. doi: 10.3171/jns.2003.98.5.1045.

 45 Schlosser RJ, Wilensky EM, Grady MS, et al. Elevated 
intracranial pressures in spontaneous cerebrospinal 
fluid leaks. Am J Rhinol. 2003; 17: 191-195.

 46 Stone MB. Ultrasound diagnosis of papilledema and 
increased intracranial pressure in pseudotumor cer-
ebri. Am J Emerg Med. 2009; 27: 376.e1-376.e2.

 47 Agid R, Farb RI, Willinsky RA, et al. Idiopathic intrac-
ranial hypertension: the validity of cross-sectional neu-
roimaging signs. Neuroradiology. 2006; 48: 521-527. 
doi: 10.1007/s00234-006-0095-y.

 48 Lim MJ, Pushparajah K, Jan W, et al. Magnetic reso-
nance imaging changes in idiopathic intracranial hy-
pertension in children. J Child Neurol. 2010; 25: 294-
299. doi: 10.1177/0883073809338874.

 23 Gibby WA, Cohen MS, Goldberg HI, et al. Pseudotumor 
cerebri: CT findings and correlation with vision loss. 
Am J Roentgenol. 1993; 160: 143-146. doi: 10.2214/
ajr.160.1.8416612.

 24 Smith JL. Whence pseudotumor cerebri? J Clin Neu-
roophthalmol. 1985; 5: 55-56.

 25 Wall M. Idiopathic intracranial hypertension. Neurol 
Clin. 1991; 9: 73-95.

 26 Yuh WT, Zhu M, Taoka T, et al. MR imaging of pitui-
tary morphology in idiopathic intracranial hyperten-
sion. J Magn Reson Imaging. 2000; 12: 808-813.

 27 Kesler A, Yaffe D, Shapira M, et al. Optic nerve sheath 
enlargement and reversal of optic nerve head in pseu-
dotumor cerebri. Harefuah. 1996; 130: 457-503.

 28 Brodsky MC, Vaphiades M. Magnetic resonance imag-
ing in pseudotumor cerebri. Ophthalmology. 1998; 105: 
1686-1693. doi: 10.1016/S0161-6420(98)99039-X.

 29 Butros Selim R, Goncalves Luis F, Thompson Dustin, 
et al. Imaging features of idiopathic intracranial hy-
pertension, including a new finding: widening of the fo-
ramen ovale. Acta Radiologica. 2012; 53: 682-688. doi: 
10.1258/ar.2012.110705.

 30 Higgins JNP, Gillard JH, Owler BK, et al. MR venogra-
phy in idiopathic intracranial hypertension: unappreci-
ated and misunderstood. J Neurol Neurosurg Psychia-
try. 2004; 75: 621-625. doi: 10.1136/jnnp.2003.021006.

 31 Baryshnik DB, Farb RI. Changes in the appearance of 
venous sinuses after treatment of disordered intrac-
ranial pressure. Neurology. 2004; 62: 1445-1446. doi: 
10.1212/01.WNL.0000120750.40453.64.

 32 McGonigal A, Bone I, Teasdale E. Resolution of trans-
verse sinus stenosis idiopathic intracranial hyperten-
sion after L-P shunt. Neurology. 2004; 62: 514-515. doi: 
10.1212/WNL.62.3.514.

 33 Donnet A, Metellus P, Levrier O, et al. Endovascu-
lar treatment of idiopathic intracranial hypertension: 
clinical and radiologic outcome of 10 consecutive pa-
tients. Neurology. 2008; 70: 641-647. doi: 10.1212/01.
wnl.0000299894.30700.d2.

 34 Higgins JN, Cousins C, Owler BK, et al. Idiopathic 
intracranial hypertension: 12 cases treated by venous 
sinus stenting. J Neurol Neurosurg Psychiatry. 2003; 
74: 1662-1666. doi: 10.1136/jnnp.74.12.1662.

 35 Fera F, Bono F, Messina D, et al. Comparison of dif-
ferent MR venography techniques for detecting trans-
verse sinus stenosis in idiopathic intracranial hyper-
tension. J Neurol. 2005; 252: 1021-1025. doi: 10.1007/
s00415-005-0710-6.

 36 Karahalios DG, Rekate HL, Khayata MH, et al. El-
evated intracranial venous pressure as a universal 
mechanism in pseudotumor cerebri of varying eti-
ologies. Neurology. 1996; 46: 198-202. doi: 10.1212/
WNL.46.1.198.

 37 Biousse V, Ameri A, Bousser MG. Isolated intracranial 
hypertension as the only sign of cerebral venous throm-
bosis. Neurology. 1999; 53: 1537-1542. doi: 10.1212/
WNL.53.7.1537.

 38 Riedel C, Fruehauf M-C, van Baalen A, et al. MR im-
aging findings in patients with secondary intracranial 
hypertension. Am J Neuroradiol. 2011; 32: 1021-1029. 
doi: 10.3174/ajnr.A2463.

 39 Rohr A, Dorner L, Stingele R, et al. Reversibility of 
venous sinus obstruction in idiopathic intracranial hy-
pertension. Am J Neuroradiol. 2007; 28: 656-659.

Yosra Ibrahim, MD
Department of Radiodiagnosis
Ain Shams University
9 El Obour Buildings, Salah Salem St.
Cairo, Egypt
Tel.: 002 22600341 / 002 01224236060
Fax: 002 4191155
E-mail: yosra_abdelzaher@med.asu.edu.eg




